Left ventricular function studies were performed using a Telco catheter-tip micromanometer (MM 52) with a linear frequency response to i kHz. The pressure was processed through a differentiator using a Thompson low pass filter. Force-velocity loops from left ventricular pressures were derived (Grossman et al., I97I). The logarithm of developed pressure was differentiated to give dP/dt divided by developed pressure. This was displayed on the vertical axis of the XY oscilloscope of the Cambridge recorder and left ventricular pressure on the horizontal axis. From the force-velocity loop logarithmic values of dP/dt divided by developed pressure were plotted against the linear values of the left ventricular pressure. The resultant isovolumic fraction of this plot was extrapolated to left ventricular end-diastolic pressure generating kVmax. Cardiac output was taken as the mean of three estimations from indocyanine green dye dilution curves. Angiographic volume data were obtained using the single plane area length method.
. Fig. 2a shows 5 successive loops: 3 during left anterior hemiblock and 2 in normal conduction. Fig. 2b shows the loop of a postectopic beat. The semilogarithmic plot of the loops is shown in Fig. 2c . Assuming a coefficient of series elasticity (k) of 28-8 cm-' (Falsetti et During right bundle-branch block it has been shown that there is a delay in onset of right ventricular contraction (Braunwald et al., I956) and a reduction in right ventricular contractility (Johnston et al., I966) , as judged by an increase in presystolic time intervals and a decrease in max dP/dt.
Recently the effect of intermittent left bundlebranch block on left ventricular contractility has been reported in a single case (Takeshita, Basta, and Kioschos, I974). The ratio of max dP/dt to peak developed pressure was reduced in left bundlebranch block, while the isovolumic contraction time was increased. However, Haft, Herman, and Gorlin (I97I) showed a normal isovolumic contraction time in patients with left bundle-branch block in the absence of underlying myocardial dysfunction.
In our, case left anterior hemiblock caused a decrease in max dP/dt and a rise in left ventricular enddiastolic pressure. The RR intervals and PR intervals remained unchanged so that the fall in max dP/ dt cannot be attributed either to a change in heart rate or to a change in the time relations of atrial and ventricular contraction. Aortic pressure (and thus afterload) did not change. The decrease in max dP/dt occurred in the face of an increase in left ventricular end-diastolic pressure. With heart rate and afterload constant and preload increasing, the fall in max dP/dt must be caused by a fall in contractility. This was substantiated by a fall in Vmax.
Vmax derived from pressure velocity curves has been reported to be a useful index of contractility as it is relatively independent of preload and afterload (Brutsaert and Sonnenblick, 1973) . Current knowledge concerning muscle models suggests that developed pressure (as used in this study) rather than total pressure may be the more appropriate variable for use in force velocity calculations (Parmley and Sonnenblick, I970 
